A local Irianese male aged 4 years was admitted to Tembagapura Hospital from the Lowland area oflimika on the evening of 10 June 1995. He was feverish, very irritable, semiconscious and showed minimal signs of meningism. Other systems were normal. He was initially thought to have cerebral malaria with a possibility of early meningitis. He had one dose of ceftriaxone IV while in the Lowlands prior to admission. Laboratory investigations were as follows: blood smear-no malaria parasites seen; Hb 7.9 G%;WBC 6,900, P77.5%, L18.9%, M3.6%; ESR 60 mm/h. Liver and renal function tests were normal. Subsequent blood smears on 12 June 1995 and 14 June 1995 were negative for malaria parasites. Blood cultures were negative. Urine was normal. Feces contained eggs of Ascaris and Eichurir.
Lumbar puncture on 11 June 1995 showed a slight increase in cells at 10/cm and a slight increase in protein with normal glucose in the cerebrospinal fluid (CSF).There was subsequently no growth from the CSE It was concluded that his condition was either a viral encephalitis or possibly meningitis partially treated by ceftriaxone injection before admission. In spite of the negative blood smears, malaria treatment was started and he was placed on quinine 222 nig t.d.s. and he was also given IV gentamycin and IV ampicdlin as a precaution against meningitis. Serum was taken for viral studies and sent to Cairns on 14 June 1995. (Table 1) .
H e improved over the next few days, becoming apyrexial on day 6, but remained somewhat lethargic and irritable for several days more. Gentamycin was ceased after 6 days and ampicillin was given orally for a further 2 days (total 8 days).
Because of his relatively rapid recovery, minimal signs of meningism and equivocal CSF findings, he was considered to have had a viral encephalitis rather than a bacterial meningitis. Results of the serological studies for arboviruses performed by the State Health Laboratories, Queensland Health, Brisbane, Australia, proved this ( Table 2 ) .
Discussion
Clinical JE has not been reported &om Irian Jaya previously.Three clinical cases ofJE were reported east of Spicer, J a p a n e s e Encephalitis i n Indonesia The case documented here appears to be the first reported Japanese encephalitis this far west in Irian Jaya, SE Asia, and supports the view that JE epidemic is expanding in SE Asia.' Until recently it had been thought that JE in Indonesia did not occur east of Bali.' This case may well be part of a chain linking Indonesia with Western Province, PNG, and continuing down to Torres Strait. Wuryudi and Suroso3 predicted that it is only a matter of time before JE becomes a problem in Indonesia.
The finding of this case of JE is of some concern since the population of the area is increasing rapidly from an in5ux of people from all parts of 1ndonesia.This influx is due to the expansion of the giant Freeport copper mine at Tembagapura and the development of a new town in the Lowland area south of the mine.
We are conducting further studies ofJE in the local inhabitants as well as in their livestock and other animals of the area to determine the prevalence ofJE and some aspects of its epidemiology.
